The role of the blood-brain barrier (BBB) in determining lesion distribution was assessed in an atypical model of experimental autoimmune encephalomyelitis (EAE) induced in C3H/HeJ mice by immunisation with peptide 190-209 of myelin proteolipid protein, which can result in two distinct types of EAE, each with distinct lesion distribution. Areas of the BBB showing constitutively greater permeability in naRve mice did not correlate with the lesion distribution in EAE. BBB disruption occurred only in sites of inflammatory cell infiltration. Irrespective of the clinical type, the BBB was disrupted in the cerebellum and brainstem. Pertussis toxin had no effect on lesion distribution. Thus, lesion distribution is not influenced solely by BBB permeability. D
Introduction
The blood-brain barrier (BBB) is a specialised selectively permeable barrier which is unique to the vasculature in the central nervous system (CNS). Its role is to protect the CNS from potentially harmful agents in the peripheral circulation and it is largely impermeable to macromolecules, and closely controls the movement of hematogenous cells into the CNS. It has been shown, however, that activated T lymphocytes can freely cross the intact BBB in a random fashion in search of their specific antigen, a process known as immunological surveillance (Hickey, 2001) . If these T cells do not encounter their antigen, they exit the CNS without incident. Conversely, if the activated T cells encounter their antigen in association with the appropriate MHC molecule on an antigen-presenting cell within the CNS, a potentially detrimental inflammatory reaction can be elicited, leading to the influx of inflammatory cells and disruption of the BBB. Such is the case in experimental autoimmune encephalomyelitis (EAE), a putative animal model of multiple sclerosis (MS). The mechanisms by which the BBB permeability increases during the disease process in EAE are not completely understood; however, it is thought that it involves a combination of cell mediated injury, and molecular dependent disorganisation of BBB structures, e.g. loss of the tight junction proteins occludin and zonula occludens-1 (Bolton et al., 1998) , loss of endothelial barrier antigens (Sternberger et al., 1989) , and proteolytic degradation of the extracellular matrix.
It is well accepted that there are areas of the BBB that are not as btightQ as others, i.e. the circumventricular organs and spinal root entry and exit zones (Pedersen et al., 1997; Ueno et al., 2000) . Based on lesion formation in the CNS parenchyma adjacent to these areas, Juhler et al. (1985) 
